an early incorporation of claudin-1 into TJs, followed by were transiently transfected with myc-tagged ⌬NPar6 a slow replacement with claudin-2 or another isoform and stained for endogenous occludin and claudin-1. In
TJs act as a selective permeability barrier for paracellular ion flow and hence generate a resistance (the TER) is restricted to peripheral TJ components, we have now between the apical and basolateral media. In MDCK II examined the effects of Par6B on two transmembrane cells, the TER peaks at ‫6ف‬ hr, then falls to a lower proteins, occludin and claudin-1, which are the major steady-state value by 24 hr. This response may reflect structural components of TJ strands [8, 9] . MDCK II cells an early incorporation of claudin-1 into TJs, followed by were transiently transfected with myc-tagged ⌬NPar6 a slow replacement with claudin-2 or another isoform and stained for endogenous occludin and claudin-1. In [12] . Myc-Par6 and myc-⌬NPar6 expression delayed by most cases, no cell boundary staining for either protein 3-6 hr the initial peak in TER induced by reintroduction was detected between cells that expressed the tagged of calcium, and reduced the peak TER by 2-to 4-fold Par6, indicating loss of the entire TJ structure ( Figure  (Figure 2D) . However, the TER fell to a similar steady-1A). To distinguish whether Par6 regulates the assembly state value in all cell lines after 24 hr. We next measured rather than maintenance of TJs, we generated stable the paracellular diffusion of 3
H-labeled inulin (5.2 kDa). cell lines that express various myc-Par6B constructs
Inulin is too large to be able to cross functional TJs. At 6 hr, the leakage rate through Par6 and ⌬NPar6 cell (1-125) -had no effect on protein-protein interactions had not been previously defined. TJ assembly (Figures 3A and 3B). However, overexpression of this aPKC regulatory domain-PKC (1-126)-did One interpretation of these data is that Par6 exists in (Figures 4D and 4E) . polarization of migrating astrocytes-a process that involves Par6 and PKC [19] . Therefore, we examined Based on these data, we propose a model in which Par6 exists in an equilibrium between an inactive and whether Cdc42 activation is involved in TJ assembly, 
